Ridostin inhibits transfer of HIV-1 from abortively infected human umbilical vein endothelial cells to T lymphoblastoid cells.
The exposure of human umbilical vein endothelial (HUVE) cells to Ridostin resulted in reduced extent of virus rescue after the addition of indicator T cells. The inhibitory effect was accompanied by decreased synthesis of tumor necrosis factor (TNF) alpha by HUVE cells. The reduced TNF alpha synthesis caused by Ridostin treatment could be responsible, at least in part, for the inhibition of human immunodeficiency virus 1 (HIV-1) infection in our experimental system, at multiple steps of this process, such as: infection of HUVE cells, transfer to and subsequent replication in rescuing cells.